Acetazolamide treatment for glaucoma may cause serious symptoms owing to metabolic acidosis if the patient has unrecognised renal impairment was 15-0 mmol(mEq)/l, and base excess -6 mmol(mEq)/l. Her clinical condition rapidly improved, although the plasma creatinine concentration fell only slightly (table) . A normocytic normochromic anaemia of 8-7 g/dl was noted, and an intravenous pyelogram showed small kidneys, suggesting end-stage nephritis.
Case 2-A 92-year-old man with mild senile dementia was admitted to hospital with a four-day history of acute narrowangle glaucoma. The plasma electrolyte concentrations on admission are shown in the table. He was treated with pilocarpine eye drops and acetazolamide 500 mg at first, followed by 250 mg three times a day. One week later he became very confused and restless and had a tachycardia of 120/min and a tachypnoea of 40/min. He had a mild fever of 37A4°C but no clinical or bacteriological evidence of infection. The arterial hydrogen ion concentration was normal at 41 nmol/l (pH 7-39), but the actual bicarbonate of 12 mmol(mEq)/l and base excess of -10 mmol (mEq)/l indicated an underlying metabolic acidosis. The Conversion: SI to traditional units-Na+, K+, HCO.-, base excess: 1 mmol/1 = 1 mEq/1. Urea: 1 mmol/lz6-0 mg/l00 ml. Creatinine: 100 tLmol/l 1 13 mg/100 ml. Pao,, Paco,: 1 kPa _ 7 5 mm Hg. pH = -log,,. H+ concentration in mol/l. case 2 the acidosis was compensated for by hyperventilation to correct the arterial hydrogen ion concentration, but presumably cerebral acidosis stimulated this.3 A poor correlation between hydrogen ion concentration in the blood and cerebrospinal fluid has been described in acetazolamide-induced acidosis.4 Recovery from the acidosis coincided in both patients with clinical recovery.
There was clinical, haematological, and radiological evidence of pre-existing renal failure in the patient in case 1, and direct biochemical evidence of pre-existing renal failure in the other patient. Acetazolamide treatment was associated with worsening acidosis only and little or no deterioration in other aspects of renal function and no evidence of acute renal failure.5 The acidosis in the second patient may have precipitated the attack of pyrophosphate arthropathy by reducing the activity of synovial alkaline phosphatase, which may metabolise pyrophosphate. 6 This has not been reported, though a case of acute gout (the type of crystal was not confirmed) after treatment with acetazolamide has been reported.7 Acetazolamide normally produces a mild self-limiting acidosis.8-10 A few cases of serious acidosis have been reported in elderly patients, diabetic patients, and patients with renal disease.4 1114 One patient who had liver damage in addition to acidosis died. '5 Acetazolamide is excreted by the kidneys, and the frequency of the dose should be adjusted for patients in renal failure. 16 
17
In short-term studies of acetazolamide treatment in renal failure definite retention of hydrogen ions was found in patients with urea concentrations that were comparable to those in our patients. '8 19 In the only long term-study of Excessive belching can result only from abnormal entry of air into the oesophagus or stomach. Fermentation in the stomach is not enough, and intestinal air does not travel backwards. Entry is by aerophagy, in which the upper oesophageal closing mechanism is opened and negative intrathoracic pressure sucks air into the oesophagus. Only rarely does it enter the stomach, and probably only when hiatal herniation can occur. The air is expelled by contraction of the thoracic cage. The stimulus to aerophagy is a sensation of abdominal distension that is a paraesthesia, not a reality, and the patient tries to help up the phantom gas, inadvertently letting it in first. Any obstruction in the oesophagus may produce a sensation of an "air lock" or air entrapment that is not a reality. Occasionally, air swallowed with a bolus will pass down through a stricture ahead of the bolus, which plugs the hole momentarily. Many patients with an obstructed oesophagus from stricture or achalasia belch a small bubble after each swallow. Air is not entrapped above an obstruction because it can be instantly released into the mouth, nor is it entrapped in aerophagy. Extrasystoles may cause a sensation that is misinterpreted as wind needing to come up, leading to aerophagy. There is no good evidence that aerophagy or oesophageal obstruction causes extrasystoles. 
